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 ﻋﻨﻮان:
 اﺛﺮات ارﻳﺘﺮوﭘﻮﺋﻴﺘﻴﻦ ﺑﺮدژﻧﺮاﺳﻴﻮن ﻧﻮروﻧﻲ و ﻣﻮرﻓﻮﻟﻮژي ﺳﻠﻮل ﻫﺎي ﻲﺑﺮرﺳ
 ﻫﻴﭙﻮﻛﻤﭗ و ﻣﺨﭽﻪ ﻣﻮش ﺻﺤﺮاﻳﻲ ﻧﺮ ﺑﻪ 1AC يﻧﺎﺣﻴﻪآﺳﺘﺮوﺳﻴﺖ وﻣﻴﻜﺮوﮔﻠﻴﺎ در
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  :ﭼﻜﻴﺪه
در ﻋﻤﻠﻜﺮد ﻛﺒﺪ اﻳﺠﺎد ﻣﻲ ﺷﻮد. ﻧﻮﻋﻲ اﺧﺘﻼل ﻣﻐﺰي اﺳﺖ ﻛﻪ در اﺛﺮ ﻧﻘﺺ   )EH(آﻧﺴﻔﺎﻟﻮﭘﺎﺗﻲ ﻛﺒﺪي ﻣﻘﺪﻣﻪ و اﻫﺪاف:
ﻫﻨﻮز ﺑﻪ درﺳﺘﻲ ﺷﻨﺎﺧﺘﻪ ﻧﺸﺪه اﺳﺖ، اﻣﺎ ﻫﺎﻳﭙﺮآﻣﻮﻧﻤﻲ ﻧﺎﺷﻲ از اﻧﺴﺪاد ﻣﺠﺮاي ﺻﻔﺮاوي  EHﻣﻜﺎﻧﻴﺴﻢ ﭘﺎﺗﻮﻓﻴﺰوﻟﻮژﻳﻚ 
  )OPE(ﻴﺘﻴﻦارﻳﺘﺮوﭘﻮﺋاﺛﺮات ﻧﻮروﭘﺮوﺗﻜﺘﻴﻮ د. اﻳﻦ ﺑﻴﻤﺎري در ﻧﻈﺮ ﮔﺮﻓﺘﻪ ﻣﻲ ﺷﻮﻋﻮاﻣﻞ ﻛﻠﻴﺪي  ﻳﻜﻲ از ﻣﺸﺘﺮك ﺑﻪ ﻋﻨﻮان
رﻳﺘﺮوﭘﻮﺋﻴﺘﻴﻦ در ﻣﻮش ﻫﺎي در ﻣﻄﺎﻟﻌﻪ ﺣﺎﺿﺮ اﺛﺮات ا ﺎي ﻧﻮروﻟﻮژﻳﻚ ﻧﺸﺎن داده ﺷﺪه اﺳﺖ.در اﻧﻮاع ﻣﺨﺘﻠﻒ ﺑﻴﻤﺎري ﻫ
  ﺻﺤﺮاﻳﻲ ﺑﻪ دﻧﺒﺎل آﻧﺴﻔﺎﻟﻮﭘﺎﺗﻲ ﻛﺒﺪي ﻣﻮرد ﺑﺮرﺳﻲ ﻗﺮار ﮔﺮﻓﺖ.
ﻃﻮر ﺗﺼﺎدﻓﻲ  ﺑﻪﺷﺪ. اﻳﻦ ﺣﻴﻮاﻧﺎت اﺳﺘﻔﺎده ﮔﺮم(  052-082)ﺑﺎ وزن ﺻﺤﺮاﻳﻲ ﻧﺮ ﻣﻮش 04در اﻳﻦ ﻣﻄﺎﻟﻌﻪ از  روش ﺗﺤﻘﻴﻖ:
 .4 و OPE+mahS  .3 ، OPE+LDB.2 ، LDB .1: ﺗﻘﺴﻴﻢ ﺷﺪﻧﺪﺣﻴﻮان(  01ﺎﻣﻞ )ﻫﺮ ﮔﺮوه ﺷ ﮔﺮوه 4 ﺑﻪ
ﺻﻮرت  0005 gK/Uو ﺑﻪ ﺻﻮرت ﻳﻚ روز در ﻣﻴﺎن ﺑﺎ دوز LDB ﻫﻔﺘﻪ اﻧﺘﻬﺎﻳﻲ ﺑﻌﺪ از 4در ﺗﺰرﻳﻖ دارو  .mahS
ﺑﺮاي  AVONAاز آزﻣﻮن  ﻣﻄﺎﻟﻌﺎت ﺑﻴﻮﺷﻴﻤﻴﺎﻳﻲ و ﺑﺎﻓﺖ ﺷﻨﺎﺳﻲ ﺑﻪ ﻣﻨﻈﻮر ﺑﺮرﺳﻲ آﺳﻴﺐ ﻧﻮروﻧﻲ ﺻﻮرت ﮔﺮﻓﺖ. .ﮔﺮﻓﺖ
  از ﻧﻈﺮ آﻣﺎري ﻣﻌﻨﻲ دار در ﻧﻈﺮ ﮔﺮﻓﺘﻪ ﺷﺪ. 50,0<Pﺳﻲ داده ﻫﺎ اﺳﺘﻔﺎده ﺷﺪ. ﻫﻤﭽﻨﻴﻦ ﺑﺮر
ﻛﻪ اﻧﺴﺪاد ﻣﺠﺮاي ﺻﻔﺮاوي ﺑﺎﻋﺚ اﻓﺰاﻳﺶ ﺳﻄﺢ آﻧﺰﻳﻢ ﻫﺎي ﻛﺒﺪي و ﺑﻴﻠﻲ روﺑﻴﻦ ﻧﺘﺎﻳﺞ ﻣﻄﺎﻟﻌﻪ ﺣﺎﺿﺮ ﻧﺸﺎن داد  ﻫﺎ: ﻳﺎﻓﺘﻪ
ﻃﻮر ﻗﺎﺑﻞ ﻣﻼﺣﻈﻪ اي  ﺑﻪ mahSﻧﺴﺒﺖ ﺑﻪ ﮔﺮوه  LDB در ﮔﺮوهدژﻧﺮاﺳﻴﻮن ﻧﻮروﻧﻲ ﻣﻴﺰان ﺗﻮﺗﺎل ﻣﻲ ﺷﻮد. ﻫﻤﭽﻨﻴﻦ 
اﻓﺰاﻳﺶ ﻳﺎﻓﺖ. ارﻳﺘﺮوﭘﻮﺋﻴﺘﻴﻦ ﺑﺎﻋﺚ ﺑﻬﺒﻮد ﺳﻄﺢ آﻧﺰﻳﻢ ﻫﺎي ﻛﺒﺪي و ﺑﻴﻠﻲ روﺑﻴﻦ ﺗﻮﺗﺎل در ﮔﺮوه ﻫﺎي درﻣﺎن ﺷﺪ و از ﻃﺮﻓﻲ 
 ﮔﺮدﻳﺪ. LDBﺑﺎﻋﺚ ﻛﺎﻫﺶ ﻗﺎﺑﻞ ﻣﻼﺣﻈﻪ دژﻧﺮاﺳﻴﻮن ﻧﻮروﻧﻲ در اﻳﻦ ﮔﺮوه ﻧﺴﺒﺖ ﺑﻪ ﮔﺮوه 
وﭘﻮﺋﻴﺘﻴﻦ ﻣﻲ ﺗﻮاﻧﺪ ﺑﻪ ﻋﻨﻮان ﻳﻚ ﻋﺎﻣﻞ ﻧﻮروﭘﺮوﺗﻜﺘﻴﻮ در ارﺗﺒﺎط ارﻳﺘﺮ ﻧﺘﺎﻳﺞ ﺣﺎﺻﻞ از اﻳﻦ ﻣﻄﺎﻟﻌﻪ ﻧﺸﺎن داد ﻛﻪ :ﮔﻴﺮي ﻧﺘﻴﺠﻪ
   .ﻋﻤﻞ ﻛﻨﺪ EHﺑﺎ ﺑﻴﻤﺎري 
 ﻣﻴﻜﺮوﮔﻠﻴﺎ-آﺳﺘﺮوﺳﻴﺖ-ارﻳﺘﺮوﭘﻮﺋﻴﺘﻴﻦ-ﻧﺴﻔﺎﻟﻮﭘﺎﺗﻲ ﻛﺒﺪيآ -ﻣﺠﺮاي ﺻﻔﺮاوي اﻧﺴﺪاد ﻛﻠﻤﺎت ﻛﻠﻴﺪي:
 
 .eruliaf revil fo tluser a sa redrosid niarb a si )EH( yhtapolahpecne citapeH :dnuorgkcaB
 aimenommarepyh eht tub ,dootsrednu yletelpmocni si EH fo ygoloisyhpohtap eht hguohtlA
 siht rof elbisnopser srotcaf niam eht fo eno sa deredisnoc si noitagil tcud elib yb decudni
 lacigoloruen tnereffid ni stceffe evitcetorporuen nwohs evah )OPE( niteioporhtyrE .ygolohtap
 citapeh fo ledom tar a ni deiduts erew OPE fo stceffe eht ,hcraeser tneserp eht nI .sesaesid
 .yhtapolahpecne
Methods: Forty male wistar rats (250-280 g) were used in the current study. The animals were 
divided randomly into 4 groups consisting of 10 animals each including Sham, Sham+EPO, 
BDL, BDL+EPO. EPO was administered every other day (5،000 U/Kg) intraperitoneally in 
the last four weeks after BDL. Biochemical and histological studies were used to evaluate the 
neurodegeneration. One-way analysis of variance (ANOVA) was used to analyze the data. P 
< 0,05 was considered statistically significant. 
Results: The results showed that BDL increases the level of hepatic enzymes and total 
billirubin. As well as the neurodegeneration in BDL group was significantly increased 
compared to shams groups. EPO preserved hepatic enzymes and total bilirubin in treated 
group. In addition, EPO significantly decrease the neurodegeneration in BDL+EPO compared 
to BDL group.  
Conclusions: This study showed that EPO has neuro-protective effects in rat model of HE. 
Complementary studies are needed to clarify the exact mechanisms. 
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